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Kokunai Y*, Nakata T*, Furuta M¥,
Sakata S, Kimura H, Aiba T, Yoshinaga M,
Osakiy, Nakamori M, Itoh H, Sato T,
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Free Radic Biol Med 2014, 69: 324-330.
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Masuda A, Sakai T, Ishiguro N, Ohno K.
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Collagen Q is a key player for Oct 18-22, 2014
developing rational therapy for 3. Bruun GH, Doktor TK, Brener S,
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2. Noda M, Fujita K, Ohsawa 1, Ito M, SRSES5 and hnRNPA1
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